A Case of Alkalosis by Marshall, Robert
This case reported appears to belong to class 1, as the tissue found was not pure
scar tissue, although it must be- noted that part of the fibrosis may be due to the
X-rays. One case of group 2 is well worth noting from the literature. Simons8
reports a case of a youth, aged eighteen years, in whom a paraplegia developed
suddenly, and laminectomy was performed. A large granulomatous mass was found.
It was inoperable. X-radiation was given. The patient died three months later
from heart-failure. At autopsy the tumour had disappeared, and only white milky
connective tissue remained.
The case which is reported here also illustrates the mechanism by which cord
symptoms are produced, namely, by strangulation of the blood-supply, and not- by
infiltration.
The case reported by Simons suggests that until some more radical means of
treating Hodgkin's disease is discovered, it is justifiable in these unfortunate cases
of extradural masses causing spinal compression to advise early laminectomy
followed by deep X-ray therapy. It is, of course, only palliative, but the alternative
is a slow, painful paralysis, terminating fatally, and scarcely relieved by morphia.
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A CASE OF ALKALOSIS
By ROBERT MARSHALL, M.D., F.R.C.P.I.
from the Royal Victoria Hospital, Belfast
J. S., a male aged 34 years, was admitted to Ward VI of the Royal Victoria
Hospital on 26th August, 1937, suffering from symptoms which suggested a
duodenal ulcer. He had vomited frequently during the one and a half years before
admission. A barium meal showed "stomach much dilated and ptosed, outline
seems normal; the cap is irregular; at six hours there is a trace in the stomach and
in the cap; heavy ileal stasis; (?) duodenal ulcer; no obstruction. " Fractional test-
meal showed a moderate hyperchlorhydria, the free acid reaching 50 at the end of
forty-five minutes. Treatment on the regime of small feeds of milk foods at two-
hourly intervals, together with the administration of a powder containing three
parts of bismuth oxycarb. and one part of cret. praeparat.; this powder was given
in two-drachm doses at two-hourly intervals, in all sixteen drachms being admini-
stered dulring his waking hours. He had no pain, and he had no vomiting until the
middle of his third week, that is, on 13th September, when he vomited his morning
feed. On inquiry he admitted to having had a distaste for his food the previous day.
This raised the alarm that he might be suffering from alkalosis, so the alkaline
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Ipowder was at once stopped. His blood-urea was reported to be 180 per 100 c.c.
Glucose and fluids were given freely by the mouth, and three days later his blood-
urea had fallen to 140. The patient had become profoundly depressed, and was
apparently in a state of extreme general weakness. His eyes were bloodshot, his
pulse was feeble, and his blood-pressure was 110/80. His condition was obviously
getting weaker; his blood-urea estimated again on 20th September was reported
to be 280 mgms. per 100 c.c. His mental condition was obviously worse: the
depression was more profound, and he made rambling statements as if verging on
delirium,, in which he repeatedly said that he was going to die. In view of his high
blood-urea and his alarming clinical condition, I feared the onset of coma, or even
of convulsions, and at once did a lumbar puncture. The cerebro-spinal fluid was
under normal pressure, and its urea-content was reported to be 172 mgms. per 100
c.c. Two days before this, on 18th September, the daily administration of one litre
of glucose saline five per cent., together with 50 c.c. of concentrated glucose
solution, had been commenced, and this was maintained for nine consecutive days.
Following the lumbar puncture his clinical condition slowly improved. On 24th
September his blood-urea was 152 mgms. per 100 c.c., on 28th September 30 mgms.
per 100 c.c., on 4th October 27 mgms. per 100 c.c., and on 7th October it had
fallen to 25 mgms. per 100 c.c. This fall in blood-urea coincided with recovery and
the disappearance of his objective symptoms. When his condition was at its worst,
a trace of albumin was present in the urine, but at no other time was albumin found
nor were casts discovered. He had no history of polyuria, nocturia, or other
symptom pointing to renal disease. On 21st September the alkaline reserve of his
blood was estimated at 163 volumes of C02, and his blood-calcium 8.2 mgms. per
100 c.c. When his symptoms of alkalosis had subsided, uroselectan was injected,
and the pyelogram showed that the right renal pelvis was of normal outline, but
the left side sho.wed dilatation of the pelvis of the kidney with no filling of the
ureter or of the calyces.
In a previous communication to the Ulster Medical Societyl on the end-results
of-treatment by intensive alkalies, I noted that alkalosis as a result of this treatment
was apparently very rare in the Royal Victoria Hospital. I attributed this to the
use of the less strongly alkaline powders of bismuth and chalk. Professor Mayrs2
informs me that bismuth oxycarbonate is about thirty-two per cent. of the alkalinity
of sodium bicarbonate,. and so this patient was not given alkalies in massive doses.
He lost no hydrochloric acid by vomiting for two and a half weeks before the onset
of symptoms, so that- there was no loss of acid in this way. His alkalosis was of the
"non-gaseous" type, as shown by the large increase in his alkali reserve (163
volumes of CO2 taken up by 100 c.c. of blood). The normal alkali reserve is given
as 53-77 volumes per cent. It is increased in non-gaseous alkalosis, and is dimin-
ished in gaseous alkalosis due to the increased loss of CO2 by the lungs and a
compensatory increase of the bicarbonate (J. C. Spence and A. P. Thompson, 1933).
The same authors3 say that in severe cases due to excessive vomiting the alkali
reserve may rise to 120 volumes of CO2 per cent.
I suspected that renal inefficiency was a factor in this man's case, but, as has
72been stated, no history was elicited, and no albumin or casts were found in his
urine. Stanley Graham4 says that "in ordinary circumstances administration of
sodium bicarbonate does not lead to any retention of the alkali. In the presence of
impaired renal function . . . accumulation may occur. . . ." The only evidence
of renal impairment which I could discover in the case under review was the slight
dilatation of the pelvis of the left kidney, as seen in the uroselectan pyelogram.
On 19th November the man reported for re-examination at my request. He was
free from symptoms anid had gained almost twenty-eight pounds in weight since
leaving hospital. His urine was free from albumin. Mr. J. S. Loughridge kindly
cystoscoped him for me, and obtained ureteric specimens of his urine. IThese speci-
mens showed a few blood-cells on both sides; the right specimen contained 1,416
mgms. of urea per 100 c.c., and the left contained 1,956 mgms. per 100 c.c.,
constituting evidence of unilateral diuresis. A retrograde pyelogram confirmed the
specimens of dilatation of the pelvis previously shown by uroselectan, but the
calyces of the kidnev were apparently normal. It was considered that in view of
his freedom from symptoms nio surgical interference of the left kidniey was
indicated.
The case, therefore, is one in which an unsuspected inefficiency of the left kidney
was the important factor in the production of severe alkalosis following the admini-
stration of moderate amounts of alkali.
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REVIEW
CLINICAL CHEMISTlRY IN PRACTICAL MEDICINE. By C. P. Stewart,
M.Sc., Ph.D., and D. M. Dunlop, B.A., M.D., F.R.C.P.E. Second Edition.
Edinburgh: E. & S. Livingstone, 1937. pp. 372. Price lOs. 6d. net.
The second edition of this useful handbook has been thoroughly revised, enlarged, and brought
up to date. The book is intended for the use of the senior studenit, house physician, or
practitioner, rather than the laboratory worker, and within the limitations which the authois
have imposed upoIn themselves they present an admirable account of the technique andl
significance of the various tests more commonly used in clinical medicine.
In this edition the technical details of the various examinations have been relegated
to an appendix. Here the tests which are usually done in the hospital side-ward are fully
explained and the principles of many others mentioned.
The main portion of the hook is (levotecl to an analysis of the results obtained and a (lis-
cussion of their clillical value. Blood anid urine exam-inationis, fractional test-meals, tests of
renal, pancr-eatic, anid hepatic functioni, glycosuria, anid the basal mnetabolic rate are amongst
the subjects covered. The chapter onl the collectioni anid preservationi of samples is worthy of
the attention of every practitioner.
The book is very readable, and the authors have presented the results of their wide
clinical experience to good advantage.
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